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Expression of CXCR7 and VEGF in Gliomas of Human
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[ Abstract] Objective: To investigate the expression of CXCR7 and VEGF in tissue of gliomas, and
the relationship between CXCR7, VEGF and pathologic grading as well as tumorigenesis of gliomas.
Methods: Immunohistochemistry (SP) tissue chip were applied to evaluate the expression of CXCR7
and VEGF in 10 cases of normal controls and 69 cases of human gliomas; comparing expression of CX-
CR7 and VEGF in different pathological gradings of gliomas; adopting Spearman assay to analyze rele-
vance of CXCR7 and VEGF in gliomas tissue. Results; The positive expression rates of CXCR7 and
VEGF gradually increased in healthy brain tissue of control group, low grade gliomas group and high
grade gliomas group, comparison between groups was statistical significant (P <0.05). The expres-
sion of CXCR7 and VEGF upregulated with the increase of malignant level of gliomas, which was posi-
tively correlated (r=0.327,P <0.01). Spearman grading analysis indicated that expression of CX-
CR7 and VEGF was positively correlated in 69 cases of gliomas tissue (r =0.327,P <0.01). Conclu-
sion: The expression of CXCR7 and VEGF in gliomas was upregulated and the positive reaction rate of
CXCR7 and VEGF were increased with the increase of tumor malignancy. The results indicate CXCR7
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and VEGF may play a co — ordinating role in the tumorigenesis of gliomas.

[ Key words | gliomas; chemokine receptor; vascular endothelial growth factor; immunohistochemis-

try; microchip analytical procedures; gene expression
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Fig.1 Expression of CXCR7 and VEGF in brair tissues of three groups gliomas
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Tab.1 Expression of CXCR7 in three groups of brain tissues
CXCR7 %3k (n,% )
4
AL " - + + o+ + o+ o+ BBHME
%} A4 10 9(90.0) 1(10.0) 0 (0.0) 0 (0.0) 1 (10.0)
R 2H 31 7(22.5) 23(74.2) 1 (3.3) 0 (0.0) 24 (77.4)
EESIEN 38 0 (0.0) 0 (0.0) 10(26.3) 28(73.7) 38(100.0)
WXL, P <0. 055 SRS Az, P <0. 05
*2 344 R VEGF ik
Tab.2 Expression of VEGF in three groups of brain tissues
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LT B H L, P <0. 055 SRS, P <0. 05
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Tab.3 Relationship of expression of CXCR7
and VEGF in 69 cases of gliomas tissue
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